Abstract A 79 year old man with a twelve year progressive history of prosopagnosia and recent naming difficulty, in whom other intellectual skills were preserved, is described. Positron 
Case history A 79 year old right handed retired pharmacist presented with a progressive history of difficulty in recognising faces. Twelve years before presentation, he first noted impairment of his ability to remember the faces of people well known to him, which had progressed to the extent that he could no longer recognise his immediate family. In addition, for two to three years before presentation, he had difficulty remembering the names of places, and more recently difficulty with the names of friends and siblings and some difficulty naming objects. However, he continued to travel long distances alone, and to play competitive chess.
One half-brother became demented before death in his late eighties; there was no other family history of dementia or neurological disease. The patient's father had had pemicious anaemia. In the past, the patient had suffered a right-sided Bell The technique of`5-O-steady state scanning with correction for cerebral blood volume has been described previously,21-23 and was used to obtain parametric images of cerebral metabolic rate for oxygen (CMR02), cerebral blood flow (CBF), oxygen extraction ratio (OER) and cerebral blood volume (CBV).
Images were inspected to ascertain the presence and position of focal deficits. Details of the image analysis technique has been published elsewhere,9 but essentially consists of placing standard anatomical stereotactic coordinates based on the Talairach atlas24 onto the parametric images, to obtain CMRO2 values for anatomical regions. Areas of hypometabolism in the patient were clearly delineated on the PET scan (fig 2) . The regions of interest covered almost the whole width of the cortical ribbon. Visual inspection indicated that the areas ofmaximal hypometabolism were restric- 
Discussion
The main area ofhypometabolism relates to the right anterior temporal lobe, specifically in the right superior temporal gyrus. Clinical abnormalities arising from lesions of the non-dominant temporal lobe are often less apparent than the language deficits which are associated with dominant temporal lobe lesions. Poor performance on tasks ofvisual memory, as opposed to verbal memory are usually found with nondominant lesions'2 25 as was found in this case. The most striking and earliest abnormality in our case, however, was a profound prosopagnosia. It was found that the patient's performance on a test offace perception was relatively satisfactory, whereas he had exceptional difficulty on tests of face familiarity judgement. Following the model of Bruce and Young26 it is inferred that his prosopagnosia can be attributed to damage to face recognition units: the individual's familiar face vocabulary. Although it has been argued that bilateral lesions are required for prosopagnosia,27 28 there are many reported cases in which the syndrome arises from apparently unilateral right hemisphere lesions.29`3 Regions near the junction of temporal, occipital and parietal lobes are usually implicated, that is, more posterior than the area of maximal hypometabolism observed in our patient. In addition, the poor performance on visual perceptual tasks suggests an additional parietal lobe deficit not readily apparent on the CMRO2 scan. Although a lesion in this area is indeed frequently implicated in cases of prosopagnosia, our findings raise the possibility that a prosopagnosia in which recognition mechanisms of familiarity are involved, (perceptual analysis of faces being preserved), may arise from a more anterior lesion.
The area of hypometabolism in the left anterior temporal lobe, associated with the observed nominal dysphasia in the presence of normal comprehension, is entirely consistent with data that implicates the left temporal lobe in word retrieval skills. 32 
